Propofol is a commonly used drug for sedation of intensive care unit (ICU) patients. There have been several reports describing the propofol infusion syndrome (PRIS), which was originally described in children, in adult patients 1-3 . PRIS consist of rhabdomyolysis, cardiac failure (arrhythmias and hypotension), hyperkalaemia, and metabolic acidosis after high dose propofol (>5 mg/kg/h) infusion. The majority of adult patients reported so far had acute neurological disorders, and most of them received catecholamines and/or steroids, which are considered to be key elements in the development of PRIS 2 .
CASE HISTORY
A quadriplegic 30-year-old male (body weight 53 kg) with a medical history of multiple abdominal surgical interventions for peritonitis after urinary bladder reconstruction was admitted to the ICU after laparotomy for drainage of an abdominal abscess.
Three days after admission, the patient developed a bilateral Pseudomonas aeruginosa pneumonia, and was intubated and ventilated because of respiratory failure. Sedation was maintained with a combination of propofol (Diprivan 2%, Astra Zeneca, Belgium), started at 5.7 mg/kg/h and remifentanil (Ultiva, Glaxo Smith Kline, Belgium) at 0.1 µg/kg/min. Fifty-six hours later, the patient developed sinus arrhythmias and intermittent atrial fibrillation. Transthoracic echocardiography was normal, no pericardial effusion was present; the ECG showed inferolateral T-wave in-version and troponin T was also elevated (0.16 ng/ml, normal range <0.1 ng/ml). Total creatine phosphophokinase (CPK) abruptly rose to 9008 IU/l (normal range 10-195IU/l). Lactate levels were only slightly increased (19 mg/dl maximum, normal range <15 mg/dl). No urine discoloration was noticed. At that time the patient received norepinephrine at a rate of 0.2 µg/kg/min.
Because of the suspected diagnosis of PRIS, propofol was promptly discontinued. Twenty-four hours later the cardiac arrhythmias had disappeared, and within a few days, CPK levels returned to normal.
After the discontinuation of propofol, mechanical ventilation could be rapidly withdrawn and no other sedative agents were necessary. The patient recovered uneventfully, and was discharged from the ICU 16 days later.
DISCUSSION
Propofol infusion syndrome is an often fatal syndrome which is increasingly described in adults receiving high-dose propofol for a longer period of time. The main feature of the syndrome is myocytolysis in both skeletal and cardiac muscles. Impaired free fatty acid metabolism in the mitochondrium is believed to be the cause of this effect 4, 5 . Apart from this, a direct negative effect of propofol on cardiac contractility has been described 2 .
Although the majority of patients in whom PRIS has been described suffer from neurological disorders, it seems that the neurological status per se is not the cause of the syndrome. Only two patients with sepsis who developed PRIS have been reported so far 6, 7 , and in both patients, a neurological disorder was present. In patients with PRIS, critical illness should be considered the predisposing factor, the administration of propofol as the trigger, with the administration (or the presence of) catecholamines and/or steroids as facilitating factors. Both the increased need for propofol due to increased catecholamines and the direct damage inflicted by catecholamines are considered to be responsible for this 2 .
In the patient presented here, rhabdomyolysis was not the prominent feature while lactate and potassium were only mildly elevated. The low muscle mass of this tetraplegic patient is the most plausible explanation of why the rhabdomyolysis was only minimal, and no metabolic acidosis developed. In patients with sepsis, the clinical features of PRIS (metabolic acidosis, cardiac failure and muscle damage) are often present to some degree, and therefore the presence of PRIS is often not considered.
The patient presented received high-dose propofol to tolerate mechanical ventilation, but the rather low body weight should have been taken into account when this dose was to be administered for more than 24 to 48h. Other causes of the metabolic acidosis and rhabdomyolysis, such as severe sepsis or myocarditis, were considered, but these could not be demonstrated.
In conclusion, this case suggests that PRIS also may occur in patients with sepsis but without acute neurological disease who receive high-dose propofol.
Clinicians should be aware of possible PRIS in septic patients receiving propofol when unexplained rhabdomyolysis, cardiac arrhythmias or lactic acidosis occurs. 
